INTRODUCTION
Sweet's syndrome (SS) is the prototype of neutrophilic dermatosis, which is an uncommon disorder characterized by abrupt onset of fever, leukocytosis, and painful red, popular skin rash. 1 Additionally, SS is histologically characterized by diffuse infiltration of mature neutrophils in the dermis without vasculitis. 2 Lesions usually develop on the face, neck, arms, and hands and are asymmetrically distributed. However, SS can be generalized, and patients often complain of discomfort with its associated signs and symptoms, including malaise, fever, elevated erythrocyte sedimentation rate (ESR), and elevated CRP levels, which mimic an infectious process. 3 SS accompanied with liver cirrhosis is uncommon, and there are few reports of SS associated with acute or chronic hepatitis. 4 Here, we report a case of SS in a patient who was diagnosed with liver cirrhosis caused by chronic hepatitis B.
CASE REPORT
A 45-year-old man, who was diagnosed with liver cirrhosis related with chronic hepatitis B, visited our department with multiple, purplish-red infiltrated papules on the left thigh, right inguinal region, and both arms during the past 4 days.
He had no specific respiratory or gastrointestinal symptoms except generalized edema and a distended abdomen.
One year ago he was admitted to the hospital with gastric ulcer bleeding caused by alcohol ingestion. At that time, he was diagnosed with liver cirrhosis caused by chronic hepatitis B. Since then, he has not consumed alcohol and has regularly visited the hospital.
At 2 months before admission, he experienced hepatic encephalopathy caused by high protein diet and his physical condition deteriorated. At 1 week before admission, he had a distended abdomen, and both lower legs were edematous.
He did not take any other medications except ursodeoxycolic A chest X-ray finding was normal. Abdominal computed tomography showed a cirrhotic liver, splenomegaly, and moderate amount of ascites (Fig. 2) .
Before histological confirmation, he received antibiotic treatment for 3 days to prevent wound infection. A histological examination of tissue obtained from the inguinal region showed dense infiltration of mature neutrophils in the superficial dermis without vascular infiltration (Fig. 3) . After histological confirmation, he received 30 mg/day oral prednisolone, and the fever declined and normalized on the fifth day after medication. After 1 week of prednisolone, the cutaneous lesions had almost completely healed without scars.
Oral prednisolone was tapered gradually during a 2-week period. He did not receive any antiviral agents initially be- 
DISCUSSION
SS, also known as acute febrile neutrophilic dermatosis, was first described by Robert Douglas Sweet in 1964. 6 SS is characterized by tender, erythematous papules and plaques, fever, and leukocytosis, which respond well to corticosteroid therapy. 7 The importance of SS is a marked clinical expressiveness and frequent association with other systemic diseases.
SS occurs more frequently in females and can appear at any age, but peaks in patients in their 50s-70s. SS can be triggered by infections, hematological malignancies, other neoplasms, autoimmune diseases, pregnancy, trauma, and medications. 8, 9 Immune complex vasculitis, T-cell activation, and altered neutrophil function have been presumed to occur, but there is lacking experimental evidence. calized to the site of a previous phototoxic reaction. 12 In some patients with SS, skin lesions eventually resolve without any therapeutic management. However, the skin lesions usually persist for weeks to months without treatment. 13 Systemic steroids are the gold standard therapy for SS.
Dermatosis-associated symptoms improve rapidly after starting steroid therapy, and the cutaneous lesions resolve subsequently. Systemic corticosteroid therapy usually begins with 1 mg/kg/day prednisolone as a single oral morning dose. 14 However, several studies have suggested starting prednisolone at 30 mg per day, so our patient was also started on 30 mg prednisolone and gradually tapered, 4 and his symptoms and skin lesions improved promptly.
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The Korean Journal of Gastroenterology HBV infection is also an SS trigger factor. HBV is well known to cause several types of skin manifestations such as vasculitis, urticaria, and polyarteritis nodosa. 15, 16 But, the pathogenesis of SS-related hepatitis B is unclear. We report a case of SS in a patient with liver cirrhosis caused by chronic hepatitis B that was suspected to be triggered by his physical condition including generalized edema and deteriorated immunity by hepatic decompensation.
